While a number of early studies demonstrated that hippocampal damage attenuates the expression of recent, but not remotely trained tasks, an emerging body of evidence has shown that damage to, or inactivation of, the hippocampus often impairs recall across a wide range of training-testing intervals. Collectively, these data suggest that the time course of hippocampal involvement in the storage or recall of previously-acquired memories may differ according to hippocampal subregion and the particular learning task under consideration. The present study examined the contributions of dorsal (DH) and ventral (VH) hippocampus to the expression of previously-acquired trace fear conditioning, a form of Pavlovian conditioning in which the offset of an initially neutral cue or cues and the onset of an aversive stimulus is separated by a temporal (trace) interval. Specifically, either saline or the GABA-A agonist muscimol was infused into DH or VH prior to testing either 1, 7, 28, or 42 days after trace fear conditioning. The results revealed a marked dissociation: pre-testing inactivation of DH failed to impair performance at any timepoint, while pre-testing inactivation of VH impaired performance at all time-points. Importantly, pretesting inactivation of VH had no effect on the performance of previously-acquired delay conditioning, suggesting that the deficits observed in trace conditioning cannot be attributed to a deficit in performance of the freezing response. Collectively, these data suggest that VH, but not DH, remains a neuroanatomical locus critical to the recall or expression of trace fear conditioning over an extended period of time.
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Introduction
It was once widely accepted that damage to the hippocampal system resulted in a lasting anterograde inability to form certain types of memories, as well as a graded retrograde amnesia for some types of information learned prior to the surgical or traumatic event. These data were interpreted to suggest a view of systems consolidation such that the neuroanatomical locus of hippocampus-dependent memory storage changes over time (reviewed in Squire, Clark, & Knowlton, 2001; Sutherland, Sparks, & Lehmann, 2010) . More specifically, according to the traditional views of systems consolidation, hippocampus-dependent memory traces are reorganized over a period of days to weeks such that the neocortex eventually maintains an independent representation of the memory and becomes capable of supporting recall without the hippocampus (Dudai, 2004) . Importantly, the traditional views of systems consolidation suggest that post-acquisition lesions or inactivation of the hippocampus should produce temporallygraded retrograde amnesia such that manipulations attenuate expression when administered recently, but not remotely, after training.
Among the first evidence for a temporally restricted role of the hippocampus in memory retention was the observation that contextual fear conditioning in rats was blocked by dorsal hippocampal lesions performed 1 day after training, but not 7, 14, or 28 days after training (Kim & Fanselow, 1992) . Several reports followed which demonstrated a hippocampal temporal gradient for nonspatial discriminative contextual fear conditioning (Parsons & Otto, 2010) , social transmission of food preference (Clark, Broadbent, Zola, & Squire, 2002; Winocur, 1990) , trace eye-blink conditioning (Kim, Clark, & Thompson 1995; Takehara, Shigenori Kawahara, & Kirino, 2003) , auditory trace fear conditioning (Quinn, Ma, Tinsley, Koch, & Fanselow, 2008) , object recognition and discrimination (Zola-Morgan & Squire, 1990) , and two-choice discrimination (Cho, Beracochea, & Jaffard, 1993) . Recent data, however, suggest that the time-limited involvement of the hippocampal formation in memory consolidation is likely more complicated than previously thought. Multiple studies have reported that disruption of the hippocampus often produces retrograde amnesia at both
